INTRODUCTION {#sec1-1}
============

The association of pyloric stenosis and esophageal atresia with tracheoesophageal fistula, although rare, is well documented.\[[@ref1][@ref2]\] However, pyloric stenosis in a patient with pure esophageal atresia having both gastrostomy and esophagostomy produced puzzling symptoms and signs, thereby delaying the diagnosis. The case report highlights the clinical features of pyloric stenosis in a child with gastrostomy.

CASE REPORT {#sec1-2}
===========

A two-day-old, 1.8-kg preterm newborn was admitted with a history of frothing from the mouth and a failure to pass a nasogastric tube into the stomach. On examination the neonate was active, pink, and icteric. His vitals were stable, and his chest was clear. A No. 10 red rubber catheter could not be negotiated beyond 10 cm from the alveolar margin, confirming the diagnosis of esophageal atresia. A chest and abdominal X-ray revealed a gasless abdomen and no other abnormalities. Echocardiogram was normal. His hemogram and blood biochemistry were normal. The child was taken up for surgery and feeding gastrostomy and cervical esophagostomy were performed, as the parents of the child were unwilling to attempt a delayed primary esophageal repair.

The postoperative course was benign and the child was discharged on the seventh postoperative day with gastrostomy feeds (30 ml every 2 h) and sham feeding by mouth. Screening for VACTERL anomalies was done and the result was negative. Over the next four weeks, the feeds were gradually increased to 45 ml every 2 h and the child weighed 3 kg.

In the next week, whenever the parents attempted to increase the feed to more than 45 ml, the infant had a retching response, which settled over the next 15-20 minutes. This occurred over two days, and the parents reported that the child had become lethargic. Suspecting sepsis, the child was readmitted and a sepsis screening was performed; the child was started on broad spectrum antibiotics, the feeds continued, and the retching response observed and documented. The sepsis screening was negative; moreover, the retching stopped spontaneously and the child\'s activities became normal. No blood gas analysis was done at this time. The child was discharged after four days, and the parents were asked to continue feeds at 40-45 ml. At the next follow-up visit after one week, the parents reported that the retching persisted, and occasionally there was a gush of residual milk from the gastrostomy prior to feeds. The infant had lost weight and now weighed 2.75 kg. There was no visible gastric peristalsis, nor was there any mass palpable per abdomen. However, suspecting a gastric outlet obstruction, an ultrasonography (USG) and barium meal were ordered. The USG showed a pyloric length of 20 mm and a thickness of 4 mm \[[Figure 1](#F1){ref-type="fig"}\], while barium was also suggestive of pyloric stenosis \[[Figure 2](#F2){ref-type="fig"}\]. The child\'s hemogram, electrolytes, and acid--base analysis were normal and the child was taken up for surgery. A fresh transverse incision was made and the pylorus delivered after releasing adhesions with the liver. The findings confirmed pyloric stenosis, and a pyloromyotomy was done. The postoperative course was uneventful and the child was restarted on feeds after 24 hours, which rapidly progressed to 50-ml feeds every 2 h without any retching. The child gained weight and recently underwent an uneventful gastric pull-up, weighing 8 kg at 8 months of age.

![USG showing thickened pyloric musculature](JIAPS-19-112-g001){#F1}

![Barium meal: Note the string sign and reflux into the distal blind esophagus](JIAPS-19-112-g002){#F2}

DISCUSSION {#sec1-3}
==========

Infantile pyloric stenosis (IHPS) has been reported to occur more frequently in patients with esophageal atresia and tracheoesophageal fistula (OA TEF) as compared to the general population.\[[@ref1][@ref2]\] A review in 1986 reported two such cases and calculated that 1-10% of patients with OA TEF develop pyloric stenosis.\[[@ref1]\] Out of 371 patients, Deurloo *et al*. calculated a 6% incidence of IHPS in all OA with TEF survivors, with a 13% incidence in patients with pure atresia.\[[@ref2]\] Vagal injury, performance of a gastrostomy, and transpyloric feeding tubes have been implicated in the increased incidence.\[[@ref2][@ref3][@ref4]\] Interestingly, no such reports are available from India.

The chief symptom of pyloric stenosis is non-bilious vomiting, and in patients with repaired OA TEF, such vomiting is well known as a result of reflux or anastomotic stricture, leading to a delay in the diagnosis.\[[@ref5][@ref6]\] In the presence of a gastrostomy and esophagostomy, however, vomiting cannot occur, and this neonate had pronounced retching whenever a large feed was delivered. The response was thought to be due to overfill of the stomach and reflux into the lower esophagus, along with a centrally mediated emesis reflex. Since the esophagus was disconnected in the patient, this resulted in the strange "retching" type response in the patient. In addition, there was the sudden backflow of the previously administered feed reminiscent of projectile vomiting, which led us to think of pyloric stenosis. Once suspected, the diagnosis was easily established by standard radiological investigations and treatment was relatively straightforward.

As stated before, although pyloric stenosis occurs more frequently in patients of OA and TEF, it is relatively rare. There has been only one report of pyloric stenosis in an H-type TEF,\[[@ref7]\] and one in a patient with membranous esophageal atresia\[[@ref8]\]; we believe this report is the first to describe the condition in a patient with both esophagostomy and gastrostomy. Awareness of the relationship and its presentation should make early diagnosis feasible.
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